progressed slowly for two years and a deformity of the spine gradually appeared in this period. The condition then remained stationary until four years ago, when the weakness became rapidly greater and the patient was unable to walk. There were at this time indefinite sensations of pins-and-needles over both lower limbs. With rest and exercise the condition ceased to progress, but twelve months ago he had some pains in the right hip for a short period and the right lower limb has been noticed to be weaker since. There has been no evidence of sphincter disturbance at any time.
He now has a flaccid paraplegia with marked weakness and wasting of both quadriceps and on the left side of the calf, pre-tibial and gluteal groups as well. All these muscles are fibrillating. There is impairment of all forms of sensation, very slight D. 10-L.1, more severe L.2 and 3, severe L.4 -S.1, with no complete loss, and complete escape of the remaining sacral segments. The sensory loss is the same in both lower limbs. Loss of vibration-sense below third lumbar spinous process, loss of position sense in both lower limbs. The abdominal reflexes are absent below the umbilicus. Both knee-jerks are absent, the right ankle-jerk is brisk, with ankleclonus, the left is very feeble and accompanied by peroneal jerk. The right plantar response is extensor, the left absent. The left anal reflex is absent. There is a marked dorso-lumbar kypho-scoliosis. A skiagram of the spine shows, besides the postural deformity, only some slight sclerosis in the body of the second lumbar vertebra. All attempts at lumbar puncture bave been unsuccessful in obtaining fluid. Cisternal puncture revealed a bright yellow fluid, with a protein content of 400 mgm. % ; no excess of cells. Lange 334555555. Wassermann reaction negative.
Blood Wassermann reaction also negative. Lipiodol held up at level of eighth dorsal vertebra.
Discu8sion.-Dr. DENNY-BROWN drew attention to the motor affection, widespread on one side and less on the other, and the practically symmetrical sensory affection. Dr. WORSTER-DROUGHT said that a long history might occur in an extradural compression of the cord. He had in mind one case with a six years' history in which eventually two extradural cysts were found, with complete recovery when these had been removed.
Dr. RUSSELL BRAIN suggested that the lesion might be an angioma of the spinal cord. Dr. J. P. MARTIN said that he had seen two instances in which the paraplegia was in some way secondary to scoliosis without any disease of the cord.
Postscript.-The patient did not survive a subsequent laminectomy, and at autopsy a gelatinous, very vascular tumour mass was found to fill the theca completely below the level of the tenth dorsal segment, compressing the cord and roots, and at one place, about two centimetres above the tip of the conus, being continuous with a small mass of the same tissue within the cord itself. No histological report is as yet available. History.-The patient was a full-term child and nothing unusual was noted by the mother during the pregnancy, which was her third one. The birth is stated to have been normal and no instruments were used. No history of injury could be obtained. The mother states that the patient appeared to be quite normal until the age of 4i months, when she noticed that his head was increasing in size more than is usual for his age. From the age of 6 to 9 months he had "screaming fits" Section of Neurology 307 in which he would lose consciousness and twitch. The twitching was mainly leftsided. At 9 months, the " screaming fits " ceased, but the head continued to grow more rapidly than usual. The child did not walk until he was over two years old, but no further relevant history of this period can be obtained. He was an in-patient at an infirmary from the age of 2 to that of 12 years. Since then till 19 years of age he lived in a convent.
The patient states that he has suffered from headaches for many years, but in June, 1932, the headaches became more severe and persistent and mainly rightsided. At this time there was a sudden onset of weakness of the left arm, leg, and face, without disturbance of speech.
The cerebrospinal fluid, examined before admission to hospital, showed the following characteristics: June 22, 1932.-Total protein 005%. 60 cells per c.mm. (50 lymphocytes and 10 polymorphonuclears). August 1, 1932.-Total protein 0 075%. 4 lymphocytes per c.mm.
The left-sided weakness diminished slightly between June and August, 1932, when the patient was admitted to the National Hospital, Queen Square, but the headaches persisted until his admission.
Condition on examination (August 18, 1932, nine weeks after onset of left hemiparesis).-Thin, undersized youth; unable to walk or stand alone. Intelligence fairly good, though subnormal for age. Skull considerably enlarged, the enlargement being more marked to the right of the mid-line. The skull appeared to be hydrocephalic. Greatest horizontal circumference of skull = 24* in. Tenderness to pressure all over the skull, but more marked in the right temporal region. Flexion of the head and neck produced pain at the back of the neck. Optic fundi showed clear-cut, pale, atrophic discs, more marked on the left side. Vision: 4, with difficulty. Left hemiparesis, including lower left facial weakness, with increased tendon reflexes, diminished abdominal reflexes and extensor plantar response on the left side.
Sensation normal, except for impaired stereognosis in the left hand. August 21.-Three days after admission the patient had five convulsive attacks, each beginning with twitching of the left arm. In one attack there was loss of consciousness.
Augtist 22 MACDONALD CRITCHLEY asked what could be the explanation of the acute episode in June of this year. Apparently the boy had carried this subdural hamatoma from the age of four months until nineteen years, and in June of this year he developed fever and a meningismus, with left-sided hemiplegia. He was lumbar-punctured at a hospital in the country; an excess of white cells was found, with an appreciable percentage of polymorphonuclear cells, and gradually the condition cleared up. He (the speaker) suspected that hydrocephalus was present.
Dr. D ENNY-BROWN suggested the possibility of a cholesteatomatous cyst in the first place, with haemorrhage into it as an explanation of the sudden toxic episode. It seemed to him that the patient was hydrocephalic, and he suggested that the cause of this was impairment of the absorption system of the longitudinal sinus by the cyst.
Dr. J. P. MARTIN said that some years ago he had read the description of a case in which a hbematoma had calcified. The patient, a boy, was 111 years old when the calcified mass in his cranium was discovered and operated upon. From the age of six months or so he had been abnormal, so that probably the bleeding had occurred at least as early as that. In the present case also the bleeding had presumably occurred at an early age, but the calcification bad not extended so far through the hematoma. The bleeding might have been spontaneous, or due to some slight trauma early in life, possibly even at birth.
A point of interest in this case was that the hydrocephalus was asymmetrical, and that there was a large bulging of the cranium over the hematoma. He supposed that in the process of development, if there was a certain amount of pressure, the bone might be pushed up.
So far as he knew, this was only the second case described in which there had been calcification of a subdural heematoma. In the ordinary case symptoms such as hemiplegia might come on rather abruptly, and it was difficult to determine what was the cause. History.-Patient states that ten years ago she had a " mental shock." She saw a man, who had fallen off a h4ystack, bleeding from the head. She attributes her present illness to this shock.
Shortly after the accident, her mouth began to feel dry. The dryness has become progressively worse, and for the past five years her mouth has been quite dry and without saliva. Her tongue feels sore at times. She can only eat moistened or oily foods. There is no actual thirst, but she frequently sips water to relieve the dryness. She can taste and smell quite well. For the past five years her eyesight has been deteriorating, though she is still able to read. She has aching and smarting pain in the eyes and cannot stand bright light. She usually wears smoked glasses when out of doors. She states that her eyes are dry and that she has no tears. Her forehead sweats a good deal if she is hot, but she sweats little elsewhere even in hot weather. No loss of hair has been noticed. Her nose never runs," except that, if she has a cold, there is some slight discharge. She is markedly constipated. There is no history of swelling of the salivary glands nor of mumps, and there is no family history of a similar complaint.
On examination.-Tongue small and extremely dry. No atrophy of mucosa or papillae. Palate, upper pharynx, and buccal mucosa are dry and shiny. Taste normal. No enlargement of parotid or submaxillary glands; sublingual glands appear to be smaller than normal. Photophobia and blepharospasm are marked. There is no secretion of tears, but the cornew are usually covered with a layer of mucus. Both cornee show opacities, with vessels running into the cornea on each side. There
